Gastric antral vascular ectasia ('watermelon stomach') is a rare cause of chronic gastrointestinal bleeding and various medical and surgical treatments have been described. We report a patient in whom an oestrogenprogesterone preparation successfully controlled recurrent blood loss. diagnosis was confirmed histologically: biopsy specimens from the gastric antrum showed dilated blood vessles within the lamina propria (some containing fibrin thrombi) together with prominent vertically orientated muscle fibres (Fig 1) . Immunocytochemical staining for gastrin and somatostatin cells and with chromogranin showed normal antral neuroendocrine cell populations, biopsy specimens from the gastric body showed atrophic gastritis.
progesterone preparation successfully controlled recurrent blood loss. Case report A 73 year old woman was referred for investigation of recurrent occult gastrointestinal bleeding. She was first found to have a microcytic anaemia when aged 67 years and was treated with iron replacement without further investigation. She remained on iron and was well until 1989, when she again presented with symptomatic anaemia (haemoglobin 5.4 g/dl) and was admitted to her local hospital.
Investigations confirmed iron deficiency and faeces were persistently positive for occult blood. Coagulation studies were normal and there was no evidence of haemolysis. Urea, electrolytes, and liver function tests were all within normal limits, as were her serum vitamin B12 and red cell folate. Upper gastrointestinal endoscopy on three occasions showed appreciable antral erythema; endoscopic biopsy specimens revealed no abnormality. Colonoscopy, a small bowel barium enema, and jejunal mucosal biopsy specimens were all normal. What was thought to be antral gastritis was treated with a variety of drugs including ranitidine, omeprazole, antacids, sucralfate, and tripotassium dicitratobismuthate (DeNol). The patient's gastrointestinal blood loss continued, however, and she became dependent on transfusions, receiving 60 units of blood over the course of a year.
On assessment at Hammersmith Hospital in February 1989 her only symptom was recurrent fatigue when anaemic. She also had thyrotoxicosis and non-insulin dependent diabetes mellitus for which she took carbimazole and tolbutamide respectively. She did not drink alcohol or take non-steroidal anti-inflammatory drugs. On examination she had a goitre but no other abnormal findings. Investigation confirmed iron deficiency with occult blood loss, and showed antibodies to gastric parietal cells, with a titre of 1:160. At gastroscopy a series of longitudinally arrayed red streaks were seen radiating to the pylorus -the typical appearances of antral vascular ectasia ('watermelon stomach'). The diagnosis was confirmed histologically: biopsy specimens from the gastric antrum showed dilated blood vessles within the lamina propria (some containing fibrin thrombi) together with prominent vertically orientated muscle fibres (Fig 1) . Immunocytochemical staining for gastrin and somatostatin cells and with chromogranin showed normal antral neuroendocrine cell populations, biopsy specimens from the gastric body showed atrophic gastritis.
A technetium labelled red cell scan did not show a source of gastrointestinal blood loss. Inferior and superior mesenteric and coeliac axis angiography was performed. The latter showed considerable hypervascularity of the gastric antrum with early venous drainage, also seen on a selective common hepatic arteriogram (Fig 2) . No other abnormalities were seen. Secretory studies disclosed hypochlorhydria with a basal acid output of 0.2 mEq/hour and a peak acid output after pentagastrin stimulation of 3.0 mEq/hour (off therapy). The therapy, initially at a dose of 30 mg, successfully stopped the bleeding (Fig 3) The aetiology of the condition is obscure though the pathological changes found are similar to those of solitary rectal ulcer. The condition is associated with autoimmune conditions, especially atrophic gastritis, demonstrated by achlorhydria, hypochlorhydria, and antiparietal cell antibodies in about a quarter of cases. An increased number of antral neuroendocrine cells has been reported in one case4 but there was no obvious increase in the number of cells in our patient.
It may be that mucosal atrophy, commonly present in the elderly, exposes the telangiectatic blood vessels to the gastric lumen, making them prone to bleed. Arteriolar changes in the gastric mucosa have been observed in atrophic gastritis and may be of aetiological importance.'
A number of treatments have been described for gastric antral vascular ectasia including antrectomy2 and therapeutic endoscopy using either laser6 or diathermy.7 In view of the extensive vascular abnormalities in our patient we did not feel that coagulation treatment was appropriate, owing to the tendency to scar formation. Follow up of patients treated in this way is limited and circumferential scarring leading to stenosis is a risk. As our patient was keen to avoid surgery we opted to treat her with corticosteroids. Three out of four patients with gastric antral vascular ectasia and atrophic gastritis have improved with prednisolone.8-10 The rationale for using prednisolone is based upon treating the associated autoimmune atrophic gastritis. Prednisolone has improved gastric mucosal histology and restored gastric acid secretion in some patients with pernicious anaemia," though it is possible that other actions of the corticosteroid may have reduced the bleeding -for example via vasoconstriction'2 or by an antiangiogenic effect. '3 Because of the side-effects of prednisolone we elected to use oestrogen-progesterone as a maintenance therapy to control the bleeding. telangiectasia and colonic angiodysplasia were reduced considerably over a six month period. There were no side effects attributable to the treatment. Our patient has cyclical uterine bleeding but no other adverse effects. In this high risk, elderly population the relative risks from surgery, recurrent blood transfusions, and an oestrogen-progesterone pill are difficult to assess and we feel that the latter is the safest option.
The mechanism of action of the oestrogenprogesterone combination in preventing rebleeding is not clear. It has been shown to be trophic to the nasal mucosa,5 possibly via specific receptors, and it may act by a primary effect on haemostasis as changes in coagulation factors may be manipulated by the therapeutic use of sex hormones.'6 When our patient could no longer tolerate prednisolone we tried this new treatment, which showed considerable success in controlling the chronic blood loss from watermelon stomach.
